Recent evidence suggests that the hippocampus may have a functional role in mediating relapse to cocaine-seeking behavior. Based on the importance of the ventral CA subWelds in mediating reward, the present experiment determined the eVects of temporary inactivation of the ventral hippocampus on reinstatement of cocaine-seeking in a rodent model of relapse. Male, Sprague-Dawley rats self-administered i.v. cocaine (0.6 mg/kg/infusion) in the presence of discrete conditioned cues (tone + light) in daily 2-h sessions for ten days. Following seven days of extinction sessions in which neither cues nor drug were available, rats underwent four reinstatement tests in a counterbalanced, within-subjects design. Bilateral microinjections of GABA receptor agonists (baclofen/muscimol-0.1/1.0 mM) into the ventral hippocampus signiWcantly attenuated cue-induced and cocaine-primed reinstatement compared with vehicle microinjections in the same rats. In contrast, injections just outside the ventral hippocampus did not block either form of reinstatement. Furthermore, inactivation failed to aVect responding for food reinforcement, baseline extinction responding, or locomotor activity. These data indicate that the ventral hippocampus plays an important role in the relapse to cocaine-seeking behavior and may interact with key limbic structures previously implicated in cocaine addiction.
The rat hippocampus has been extensively dissociated along the dorsal-ventral gradient. In this regard, the dorsal hippocampus is deWned as the 50% of hippocampal volume starting at the septal pole; whereas the ventral hippocampus is deWned as the 50% of hippocampal volume starting at the temporal pole (Bannerman et al., 2004) . Relative to its dorsal counterpart, the ventral hippocampus has greater output connections with the prefrontal cortex, bed nucleus of the stria terminalis, and the amygdala (Henke, 1990; Ishikawa & Nakamura, 2006) , and the amygdala has extensive reciprocal connections with the ventral hippocampus (Pitkanen, Pikkarainen, Nurminen, & Ylinen, 2000) . All of these structures have been implicated in stress-related behaviors, as well as cocaine-seeking behavior in the reinstatement model of relapse (Kalivas, McFarland, & See, 2003) . In a recent study from our laboratory, we found that temporary inactivation of the dorsal hippocampus impaired contextual reinstatement (i.e., reinstatement of cocaine-seeking induced by occasion setting contextual cues), but not reinstatement induced by discrete cocainepaired cues or a cocaine priming injection (Fuchs et al., 2005) . In addition, Vorel, Liu, Hayes, Spector, and Gardner (2001) reported that electrical stimulation of glutamate Wbers in the hippocampus induced cocaine-seeking. Black and colleagues (2004) found that lidocaine inactivation of either dorsal or ventral subiculum, the major output Wbers of the hippocampus, had no eVect upon cue-induced or drug-primed reinstatement. However, Sun and Rebec (2003) reported that ventral subiculum inactivation via lidocaine attenuated cue-induced and drug-primed reinstatement. Several possibilities may account for these two discrepant Wndings. First, diVering schedules of
